Birmingham CASES in which disease has presented as a trigeminal paresis are not common and those in which disease seems to remain in that single nerve must be quite rare. It is with the latter group that I am concerned here.
intra-cavernous carotid sacs the clinical picture has been contaminated early by oculomotor pareses and the diagnosis not been in doubt.
It might be expected that neurinomata of the V nerve would loom large in this small collection but this has not been our experience and Olive and Svien (1957) have confirmed this. They found in several instances that quite large tumours could be present on the fifth root or ganglion without any symptoms or signs referable to the nerve. In our series meningiomas have been by far the most common tumours to cause this picture. In one instance pain and parmsthesik, later followed by sensory deficit, were present for five years before other signs appeared. This was a middle fossa tumour. In another instance symptoms were noted nineteen months before other signs appeared in a posterior fossa meningioma.
One patient we had, travelled to Belfast in the course of his work and could not close the porthole by his bunk. He awoke in the morning with a stiff face, which he attributed to the draught, and later this became painful and sensory and motor impairment appeared. Investigated two months later his only signs were in the V nerve. He proved to have a metastasis in the skull base from a bronchial carcinoma and we have found that this is a not uncommon sort of story in such cases. Nasopharyngeal carcinoma spreading up through the foramen ovale may produce a similar motor and sensory trigeminal paresis. I shall now turn to the story of 3 cases in which trigeminal sensory paresis appeared, progressed slowly and appeared to have a quite benign significance. The individual case histories are so similar that I shall not need to detail them. All were adults-33, 49 and 64 years of age; there were 2 women and 1 man. The onset of symptoms was sudden. The male patient was awakened in the middle of one night with a severe pain in the left cheek. This was sharp and occasionally burning. Teeth were extracted without relief and the severe pain lasted for three or four days. Thereafter he experienced a dull aching pain with occasional stabs and burning sensations. Within a few weeks he noticed an area of numbness in the cheek and over a period of twelve years this numbness, and the pain, gradually spread to cover the whole trigeminal distribution. In a second patient an almost identical story had been elicited and the history dated back six years. In the third patient only eleven months had passed since the onset and she complained rather more of pariasthesie than of pain. (I anpi indebted to Mr. J. M. Small, under whose care she was, for the details of this case which I also examined personally.)
In 2 of the cases, examination did not disclose any abnormality other than in the V nerve.
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Motor function was unimpaired. Sensory loss was present over most of the trigeminal distribution densest in the area where it had first appeared and less marked elsewhere; both touch and pain sensibility were affected. We did not feel that the pattern of sensory loss was such as to suggest any especial location for the disorder. There was no evidence of sympathetic or parasympathetic dysfunction. In the third case the trigeminal findings were the same. Three years before she had developed quite suddenly a facial paralysis on the same side in which partial recovery had taken place. This was assumed to be an ordinary Bell's palsy but may, for all we know, have had the same ietiology as the trigeminal paresis.
They were all, of course, presumed to have some tumour involving the V nerve, probably in the brain-stem or posterior fossa in view of the motor sparing. All routine investigations were negative, however, and operations were undertaken with the primary purpose of dividing the trigeminal sensory root to relieve pain and paristhesii. The gasserian ganglion and the whole length of the sensory root to its entry into the pons were exposed by a subtemporal approach splitting the tentorium. The findings in all the cases were essentially the same. The sensory root appeared to be reduced to a few wispsof nerve fibre. These were embedded in considerably thickened arachnoid which extended to the side of the polis. No other abnormality was seen in the brain-stem itself, in other cranial nerves in the posterior fossa or elsewhere within the limits of the exposure. The remaining fibres of the sensory root were divided. In two instances this resulted in complete relief of pain and pariesthesim; in the third instance some burning causalgic-like pain persisted. Histological examination of the material removed, which included the sensory root, ganglion and arachnoid, showed degenerative changes in the fibres remaining. There were collections of lymphocytes associated with degenerating fibres and the ganglion cells also showed degenerative changes with satellitosis. There was a marked increase of fibrous tissue showing hyaline changes. Our neuropathologist, Dr. Walter Smith, remarked in one report "has this nerve been injected?" It had not.
The nature of these cases remains, to me, quite mysterious. Search of the literature has not resulted in my finding anything very helpful, though cases of a somewhat similar type have been recorded. Dr. Wilfred Harris reported in 1935 3 cases of sudden sensory loss in the face. This was followed by recovery in a period varying from six weeks to four years. As the anesthesia wore off pain characteristic of tic appeared and necessitated injection treatment. He also mentions in the same report three similar cases in which the anesthesia recovered but no pain appeared. These do not really seem similar to my cases in many respects. The only other report I can find was that of Dr. Rowland Hill in 1954. His first case showed features somewhat different to mine. Pain was not present but parw,sthesiie marked and there was an additional mild motor paresis. His second case was rather like that of Dr. Harris and developed a mild motor and sensory paresis which recovered in part within a week. Dr. Hill noted at that time that he had seen 12 such cases and stressed that some degree of recovery was usual, that peripheral sympathetic and parasympathetic paresis was common and that pariesthesie were the rule rather than pain.
He.considered it to be a peripheral neuropathy probably distal to the ciliary ganglion.
In November last Dr. J. D. Spillane (1957) presented some material on the same subject to the Association of British Neurologists. He has very kindly sent me some notes on his own 10 cases of motor and sensory paresis, some of them bilateral. He also stressed the tendency to recovery and was particularly interested in trophic phenomena resulting in ulceration of the nose. I have 2 further cases which probably fall into this group. Both were women, both developed a sensory trigeminal paresis on one side rather rapidly. There was no motor involvement. In both, skull X-rays were thought to show decalcification in the skull base around the appropriate foramen ovale and they were labelled metastases or local spread of cryptic carcinoma of the pharynx; one received X-ray therapy. They have been followed-up for four and nine years respectively without developing any signs of pharyngeal or other growth. The sensory paresis has progressed to completion but no other signs have appeared.
Thus opinions on the location of the disease have varied from the extreme periphery to the brain-stem. So far as I am aware mine is the first pathological material to be produced from these cases and this merely shows a chronic fibrous tissue reaction around degenerating nerve fibres with some lymphocytic infiltration. I would suspect that we are dealing here with a mixed bag of disorders. It would seem likely that those cases with acute onset and rapid recovery, which form the majority of the small number reported, may well be some form of acute neuropathy. Some indeed may be minor brain-stem thromboses as was suggested, I think, by Dr. Wilfred Harris. The clinical findings in some of Dr. Rowland Hill's cases suggest strongly that the lesion was quite peripheral. e "A Section of Neurology 531 My own group would seem to be a little different and one could include Case 1 of Dr. Hill and several of Dr. Spillane's cases in the same group. The condition would seem to be some mild chronic inflammatory process judging by the histology, probably to be located in the ganglion or sensory root itself and leaving the motor root intact. The sporadic appearance of mild motor paresis in the group seems to be quite puzzling. We had thought in our series that the absence of motor involvement constituted a convenient label whereby we could exclude local involvement as by tumour, and this may well be so. On the reverse side, however, its presence does not indicate such a lesion for several of the cases reported have shown just such a paretic pattern. That the condition could be caused by the arachnoiditis itself must also be considered though I would feel, as in most of such controversies, that the arachnoidal reaction was a secondary process. I cannot do better than to label it chronic benign trigeminal paresis.
The Central Control of Sensory Inflow By G. D. DAWSON, M.SC., M.B., Ch.B.
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WHEN we stimulate a patient somewhere in the periphery the central effect may be judged in two chief ways. We can ask the subject to tell us if he can feel anything, and if so to describe to us the quality of his sensations; or in some cases we can make electrical records from the scalp of events following the arrival of the afferent volley in the sensory area. Neither method gives any direct evidence about how the volley of nerve impulses may have been modified on its way from the periphery to the cortex. If the lower levels of the afferent pathway are not diseased it is very tempting to assume that the incoming volley arrives at the cortex relatively unaltered. Any changes in the responses to stimulation, subjective or objective, can then be interpreted in terms of the state of the cortex. Head and Holmes (191 1) took the view that this assumption was incorrect. They argued, from the evidence of the sensory release phenomena produced by certain lesions of the lateral parts of the thalamus, that the afferent impulses had to "pay toll" on their way from the periphery to the cortex. The mechanism of this sensory release they explained in terms of destruction of the endings or connexions of the cortico-thalamic fibres described by Cajal (1909) . Through these fibres they supposed that the cortex normally exerted an inhibitory influence on the thalamus and they considered the possibility that similar inhibitory influences might be active at lower levels in the sensory pathway. However they dismissed the evidence, apart from that derived from thalamic lesions, as unsatisfactory. Until comparatively recently these ideas seem to have been largely neglected. This may have occurred in part because the development of electrical recording methods led to a concentration of interest on the mapping of the cortical sensory receiving areas in animals. If the anesthesia is deepened the only potentials then seen following the stimulus are stereotyped and can be attributed to the arrival of the afferent volley at the cortex; nothing clearly due to the discharge of cortical neurones is found and there is no spontaneous activity. In this case transmission at the synapses in the pathway below cortex is continuing when the cortex itself is failing to respond. From this it seems to have been inferred that if the cortex is working normally conditions are unlikely to be such that an afferent volley will be reduced in size or blocked at subcortical synapses. However, Adrian (1954) has pointed out that it is more difficult to record the cortical potentials due to stimulation when the anasthesia is light than when it is deeper. This led him to suggest that the deep anesthesia might have suppressed "an inhibitory activity which would check some or all of the signals at a lower level if it were operative". Fresh evidence about this possibility has become available over the last few years, largely from the work of Hagbarth and Hernandez-Peon and their collaborators, and it is chiefly this that I want to consider.
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